Introduction
A marked elevation of plasma lipoproteins is found in rats with nephrotic syndrome induced by puromycin aminonucleoside (Marsh and Sparks 1979a; Gherardi, Vecchia and Calandra 1980; Gherardi and Calandra 1982) . Although the hepatic production of lipoproteins is increased in nephrotic rats (Shafrir and Brenner 1979; Calandra, Gherardi, Fainaru, Guaitani and Bartofek 1981) the mechanism of plasma lipoprotein disorder in nephrotic rats is still unclear as little is known on the catabolism of plasma lipoproteins with the exception of HDL (Sparks, Tennenberg and Marsh 1981) .
The purpose of the present study was to verify whether the accumulation of very low density lipoproteins (VLDL) and/or chylomicrons in nephrotic plasma was related to some defect in plasma lipolytic activity.
Materials and Methods
Nephrotic syndrome was induced in male Wistar rats (Gherardi, Vecchia and Calandra 1980) . At the stage of complete pathogenesis rats were injected with heparin and post-heparin blood (0.5 ml) was collected through a catheter inserted into the carotid artery at various time intervals. Plasma lipoproteins were separated from pre-heparin plasma from three groups of control and nephrotic rats by preparative ultracentrifugation (Gherardi, Vecchia and Calandra 1980) . Determination of lipids and protein as well as the separation of apolipoproteins were carried out as previously described (Gherardi, Vecchia and Calandra 1980) . Native VLDL were also delipidated in tetramethylurea (TMU) (Kane, Sata, Hamilton and Havel 1975) and the TMU-soluble apolipoproteins were subjected to isoelectrofocusing in 7.5% polyacrylamide gels in the presence of 6M urea and 1.5% ampholine (pH 4-6).
Plasma post-heparin lipolytic activity (PHLA) was measured according to the method of Baginsky and Brown by using 10 ul of post-heparin plasma as the source of the enzyme (Baginsky and Brown 1979). 
Results and Discussion
After heparin injection PHLA increased rapidly in both control and nephrotic rats (Fig. 1) . In controls the highest PHLA level was observed at 1 minute whereas in nephrotics the highest level was found at 3 minutes. Although at each time point PHLA was slightly lower in nephrotic than in controls the difference was not significant, with the exception of the level at 1 minute (p< 0.01). Total PHLA, calculated by integrating the area under the curve, was similar in the two groups (282±67 vs. 259±35 mmol/FFA/ml/20 minutes). The changes of plasma triacylglycerols which occurred in vivo following the heparin injection were also measured. The mass of triacylglycerols hydrolyzed in nephrotic plasma in 20 minutes was much higher than that found in control plasma (1 mg vs. 0.2 mg/ml of plasma).
VLDL of nephrotic rats, isolated from pre-heparin plasma, contained more cholesterol and cholesteryl esters but less triacylglycerols than control VLDL (Table 1) . VLDL apolipoproteins were similar in the two groups especially with regard to the content of apolipoprotein C-II, the activator of lipoprotein lipase.
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These in vitro and in vivo observations indicate that PHLA is well maintained in severely nephrotic rats. They fail to support the hypothesis that hypertriglyceridemia of nephrotic syndrome is due to a defect in lipoprotein lipase activity and strongly suggest that this lipoprotein disorder mainly reflects an overproduction of lipoproteins (Marsh and Sparks 1979b; Calandra et al. 1981 ).
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